PAT sheep. We demonstrate the causality of this association by inducing a generalized muscular hypertrophy in transgenic mice that express DLK1 in skeletal muscle. The ab- Figure 1C ). pertrophy has remained unclear. Herein, we demonTo test the hypothesis of a direct role of ectopic DLK1 strate that the callipyge phenotype is perfectly correexpression in the determinism of the callipyge phenotype, we produced transgenic mice. We generated a construct to express ovine DLK1 under the dependence *Correspondence: michel.georges@ulg.ac.be
, and
showed marked DLK1 staining in Longissimus dorsi the imprinted DLK1 and GTL2 genes [2, 3] . This motif ( Figure 1B ), whereas remaining negative in Supraspiis thought to be part of a long-range control element natus. (LRCE) because the CLPG mutation was shown, in
Whether at 2 or 8 weeks of age, only a subset of the postnatal skeletal muscle, to enhance the transcript ϩ MAT /CLPG PAT myotubes in Longissimus dorsi stained levels of the DLK1, PEG11, GTL2, and MEG8 genes in positive for DLK1. Knowing that the callipyge phenotype cis without altering their imprinting status [4] . As a is due to an increase in the proportion and diameter of result, the ϩ
MAT

/CLPG
PAT individuals have a unique extype II muscle fibers [5] , we determined which myofibers pression profile thought to underlie the callipyge phewere expressing DLK1 by using fiber-specific anti-myonotype: an overexpression of the paternally expressed sin heavy-chain (MHC) antibodies. None of the type I protein encoding DLK1 ( Figure 1A ) and PEG11 tranfibers expressed DLK1, but 51% of the type II fibers did scripts in the absence of an overexpression of the (p Ͻ 0.05) ( Figure 1B et al., submitted) . Therefore, it seems tor identified in this work as being DLK1, a maternally expressed trans-acting DLK1 suppressor hypothesized unlikely that these might play a role in the determinism of the callipyge phenotype. However, we cannot exclude to be one or more of the noncoding RNAs, and a cis-
